Hyperchloraemic acidosis during recovery from hyperglycaemic diabetic emergencies
Dr Gill (August 1996, JRSM p479) suggests that the acidosis we described in our paperI may have been due to the recovery phase of diabetic decompensation. We certainly considered this in our differential diagnosis. As he notes, hyperchloraemic acidosis is common when diabetic ketoac:idosis is treated and a hyper- Our patient, however, was not admitted with diabetic ketoacidosis but with hyperosmolar non-ketotic decompensation and was not acidotic. His acidosis did not develop until 6 days after admission-s-coincident with the presentation of rhabdomyolysis and worsening renal function. Therefore chloride retention due to ketone loss could not have been responsible for the late developing acidosis. It also seemed to us unlikely that dilutional acidosis could be responsible at this late stage, and a tubular cause (which was confirmed post mortem) was the most probable reason for our patient's acidosis. 
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